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o-Tocopherol.  The tocopherols have vitamin E activity and are
classified as GRAS substances.  Tocopherols are present naturally in
vegetable oils, cereals, nuts, and leafy vegetables.  In addition,
tocopherols (predominantly as a-tocopherol) are added to foods as
antioxidants.  The Select Committee on GRAS Substances of FASEB
(Federation of American Societies for Experimental Biology, 1975b)
concluded that, with the exception of infants receiving commercially
prepared formulas, tocopherols added to foods contribute only slightly
to total tocopherol intake.  The FASEB committee estimated that
tocopherols added to foods are ingested at an average of approxi-
mately 0.6 mg/d.  The tocopherol intake from the diet has been estimated
at 7-9 mg/d (Bieri and Evarts, 1973; Bunnell et_ al. , 1965).

The Accepted Daily Intake (ADI) for tocopherols (expressed as
a-tocopherol for a 60-kg person) developed by the Joint FAO/WHO Expert
Committee on Food Additives (1974a) is 120 mg/d.  Assuming that
a-tocopherol is added to cured-meat products at 500 mg/kg and that 30 g
of these products is consumed daily, the Committee estimates
that an additional intake of 15 mg/d would result.  This is roughly
twice the current estimated total dietary intake of tocopherol, but
still considerably less than the ADI estimated by the Expert Commit-
tee on Food Additives.

This value for daily intake is misleading, however, in the case of
bacon.  Only 7.5% of the a-tocopherol added to bacon is present in the
edible portion after frying (Mergens and Newmark, 1979).  Thus, the
concentration of a-tocopherol in fried bacon is Ml mg/kg.  If the
average intake of bacon is 5.9 g/d, the intake of tocopherol from this
source would be only 0.24 mg/d.

The LD5Q values for acute oral toxicity of the tocopherols are
relatively high--over 2,000 ing/kg in rabbits, and over 4,000 nig/kg in
rats and mice (Federation of American Societies for Experimental
Biology, 1977).

Excessive intake of tocopherols leads to hypervitaminosis E in
several species.  Conditions described as hypervitaminosis E have been
reported in guinea pigs (Prosper! and Borselli, 1955), hamsters (Czyba,
1966), and chicks (March et_ a_l. , 1973).  However, there is no convincing
evidence that high intake of tocopherol leads to hypervitaminosis E in
humans; similarly, physiologic benefits from the addition of large
amounts of vitamin E to the diet have not been demonstrated (Federation
of American Societies for Experimental Biology, 1977).

The administration of a-tocopherol to pregnant mice, rats, hamsters,
and rabbits had no teratogenic effects (Food and Drug Research Labora-
tories, Inc., 1973b). a-Tocopherol was toxic when administered in the
air cell of chick embryos at doses of 48 mg/kg and higher; however, no
teratogenic effects were seen at doses of 0-120 mg/kg (Reid, 1975).